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en route, quarantined by barrier system at the receiving institution until
tested and shown to be free of infection, and subsequently maintained by
strict barrier protocol. In addition, all biological materials such as
transplantable tumors coming into the institution must be pre-tested and
shown to be free of the virus before experimental use (Collins and Parker,
1972, Parker and Richter, 1982)

Once infection has been diagnosed in a facility, prompt elimination of
infected subpopulation(s) is essential to prevent spread of the infection to
other rodents on the premises A less effective alternative is to place the
infected animals under strict quarantine, remove all young and pregnant
females, suspend all breeding, and prevent addition of other susceptible
animals for a period of 6-8 weeks until the infection has run its course and
the virus has been eliminated naturally. Because of this alternative, cesarean
derivation of infected stocks usually is not justified.

Vaccination may prove useful in some situations (Parker, 1980, Eaton et
al, 1982) A number of killed vaccines (Fukumi and Takeuchi, 1975,
Nedrud et al , 1987; Tsukui et al , 1982), a temperature sensitive mutant
strain vaccine (Kimura et al, 1979), and a trypsm-resistant mutant strain
vaccine (Tashiro and Homma, 1985, Tashiro et al, 1988) have been tested
experimentally. A formalin-killed SV vaccine is available commercially in
the United States (Microbiological Associates, Bethesda, Md.)

Interference with Research

Experimental infection of mice with SV decreases pulmonary bacterial
clearance (Degre and Glasgow, 1968; Degre and Solberg, 1971), probably
through a variety of mechanisms including altered phagocytic function.
Altered functions in pulmonary macrophages that have been identified
include decreased Fc receptor and non-Fc receptor mediated attachment,
decreased Fc receptor and non-Fc receptor mediated ingestion, inhibited
phagosome-lysosome fusion, decreased mtracellular killing, decreased
degradation of ingested bacteria, and decreased lysosomal enzyme content
(Jakab, 1981, Jakab and Warr, 1981).

Concurrent SV and M. pulmonis infections are synergistic in mice (Howard
et al, 1978, Saito et al., 1981) and rats (Schoeb et al, 1985), causing
disease of far greater severity than either alone

SV infected mice have been reported to have deficiencies in T and B cell
function that persist throughout life (Kay, 1978, 1979; Kay et al., 1979).
(Unfortunately, these results have not been confirmed by other investigators).

SV infection transiently increased splenic IgM and IgG plaque forming
cell responses to sheep red blood cells in mice (Brownstem and Weir, 1987).

SV infection inhibited in vitro mitogenesis of lymphocytes (Wamberg
and Israel, 1980; Roberts, 1982).